. Although the defect in primary renal tubular acidosis is believed to be genetic in origin investigations of the family, as in the present case, are often negative, and a positive family history was found in only four of the sixty cases reported by Piel (1957) .
The relationship of the cirrhosis to the renal lesion is uncertain. Histological abnormalities in the kidney are common in cirrhosis of various types, but the lesions are predominantly glomerular (Patek, Seegal & Bevans, 1951) . Renal tubular acidosis has been described in Wilson's disease (Morgan et al., 1962) , and in galactosaemia, in which cirrhosis can develop (Huth, Webster & Elkinton, 1960) , but both these conditions were excluded. Possibly relevant to the present case, however, is the recent report by Morris, Johnson & Fudenberg (1964) of renal tubular acidosis in association with hyperglobulinaemia. The three female patients described had idiopathic hyperglobulinaemia, lupoid hepatitis and Sjogren's syndrome. Serum globulin levels were 5-6, 5-9 and 7-9 g/100 ml, respectively, and in each case the predominant globulin was a broad base IgG (7S y-globulin 
